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hB Rupture of an atherosclerotic plaque associated with partial or 

complete thrombotic vessel occlusion is fundamental to the development of 
Ischemic coronary syndromes. Plaques that produce only 

mild- to-moderate angiographic luminal stenosis are frequently those that 
^ajndergo abrupt disruption, leading to unstable angina or acute myocardial 
%n^|iWtpt^^^ Plaques with increased lipid content appear more 
*j ' rupture, particularly when the lipid pool is 

' Z , 10<aTlfe4 eccentrically within the intima. Macrophages appear to play an 
role in atherogenesis, perhaps by participating in the uptake 
aod metabolism of lipoproteins, secretion of growth factors, and 
y:; p3?;^^C;^ion of enzymes and toxic metabolites that may facilitate plaque 
Jf-'-':^-j:ijip addition, the particular composition or configuration of a 

> plaque and the hemodynamic forces to which it is exposed may determine its 
ausceptibility to disruption. Exposure of collagen, lipids, and smooth 

,.iW4ficl€ <!ells after plaque rupture leads to the activation of platelets and 
jjhf . cc^Aspalation cascade system. The resulting thrombus may lead to marked 
til^^ in myocardial perfusion and the development of an unstable 
iC^ or it may become organized and incorporated into the 

V"|tJLl^ated 'Vessel, thus contributing to the progression of 
y a^fcarbaclerosis . in unstable angina, plaque disruption leads to 
.i^. . v.,!!^^!^^ which is usually labile and results in only a transient 

y*^^^^^ perfusion. Release of vasoactive substances, 

lurCariii). spasm, or increases in myocardial oxygen demand may contribute to 
ischemia, in acute myocardial infarction, plaque disruption results in a 
more persistent thrombotic vessel occlusion; the extent of necrosis 
liiipfnAm on the size of the artery, the duration of occlusion, the presence 
/i"" ' flow, and the integrity of the fibrinolytic system. Thrombi 
that 'wd^rgo lysis expose a highly thrombogenic surface to the circulating 
bloody nhich has the capacity of activating platelets and the coagulation 
, jsaii<ea|la system and may lead to thrombotic reocclusion. Measurements aimed 

> process of atherosclerosis via cholesterol 

^-jiS^^ enhanced high density lipoprotein activity are encouraging, 

r . .-^j^vk.^i^^ is being focused on the development of new antithrombotic 

^ ';;tbolw> ^ixch as inhibitors of thrombin, thromboxane, and serotonin receptor 
\ . antagpd^ita , and monoclonal antibodies aimed at blocking 

*platelet membrane receptors or adhesive proteins. These compounds may 

?ttrv^ :Ua ful when immediate and potent inhibition of the hemostatic system 
ii' dil^l^^. Intensive research is still needed in the areas of 
fMlthicige^tMi and therapeutic intervention in atherosclerosis. 
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